SUMMARY A case is reported of an optic nerve glioma with a marked degree of arachnoid hyperplasia which was initially diagnosed as an optic nerve meningioma. Hyperplasia of the arachnoid was also the underlying cause for expansion of the optic canal. The relationship between arachnoid hyperplasia in optic nerve glioma and meningioma of the optic nerve sheath in childhood is discussed.
Arachnoid hyperplasia is a meningeal response which is often seen in association with gliomas of the anterior visual pathways. This case report concerns an example of exuberant arachnoid hyperplasia affecting the intracranial and intracanalicular portions of the optic nerve excised through a transcranial approach. The specimen =comprised a normal optic nerve surrounded by meningothelial cells and psammoma bodies and was interpreted as a primary optic nerve meningioma. An optic nerve glioma was subsequently removed through a lateral orbital approach, so that the true diagnosis was established. This paper discusses the implications of these findings and offers an explanation for the high incidence of primary optic nerve meningiomas in children reported by Karp et al. (1974) , figures at variance with those previously published from this hospital. (Reese, 1976) astrocytic glioma of the optic nerve with extensive meningothelial cell proliferation in a whorled pattern and numerous psammoma bodies.
The patient was last examined 12 months after orbitotomy. There was no evidence of orbital recurrence or intracranial tumour, and the cosmetic appearance was good.
Discussion
Proliferation of arachnoid cells was observed by Verhoeff (1922) Sanders et al. (1965) described a case of extensive arachnoid hyperplasia within the orbit in an intracranial optic nerve glioma in which invasion of the orbit by glioma was not demonstrable.
The possibility of diagnostic confusion between arachnoid hyperplasia accompanying a glioma, and orbital meningioma has previously been raised (Hogan and Zimmerman, 1962; Walsh and Hoyt, 1969) . The case reported here illustrates the manner in which meningioma may be diagnosed when hyperplastic arachnoid remote from the glioma is examined. The histological appearance complete with the presence of psammoma bodies and the normal underlying optic nerve made the histological diagnosis inevitable, while the assessment was made without the full clinical history and findings. This case also demonstrates that expansion of the optic canal can be caused by arachnoid hyperplasia rather than extension of the glioma beyond the confines of the orbit. Spencer (1972) recorded a similar cause for optic canal enlargement in an orbital glioma.
The origin of orbital meningiomas from the arachnoid sheath of the optic nerve was at one time questioned (Verhoefi, 1932) . Several series of orbital meningiomas have now been reported which establish the optic nerve sheath as the commonest origin of primary intraorbital meningiomas. Craig and Gogela (1949) reported 9 meningiomas arising from the optic nerve sheath. Henderson (1973) considered 11 of 14 primary tumours to have arisen from the optic nerve sheath within the orbit in patients seen at the Mayo Clinic over an 18-year period. Reese (1976) has stated that primary orbital meningiomas account for one-third of all primary tumours of the optic nerve. In the series of primary optic nerve meningiomas previously reported from this centre (Wright, 1976) a total of 15 cases of primary optic nerve meningioma was reported. It was emphasised that meningiomas arising from the optic nerve within the orbit were seen in adults with a female preponderance. Since that report a further 5 cases have been treated. Only 1 child aged 11 years has been encountered out of the 20 patients examined. This is in agreement with several previously reported series (Craig and Gogela, 1949; Henderson, 1973; Reese, 1976) .
The relative incidence of this tumour in the first 2 decades has been brought into question by the report by Karp et al. (1974) from the Armed Forces Institute of Pathology. This was a multicentric series between the years 1925 and 1968. Twenty-five patients were considered to have a meningioma arising from the optic nerve. Ten patients (40%) were younger than 20 years and 6 (24%) were less than 10 years of age. They concluded that primary intraorbital meningiomas are less rare in children than has generally been assumed and that their data supported the suggestion by Walsh (1975) that primary orbital meningiomas in childhood are more aggressive than those seen in adult life. The case material for this study was a clinicopathological audit extended over a 43-year period.
From the data published in this paper it is apparent that great reliance was placed on the histopathological interpretation of excised tissue. This could well cause errors, for the clinical details were provided by clinicians remote from the laboratory and in many cases well before the advent of sophisticated methods of investigation such as computerised tomographic scanning and ultrasound. The case reported in our communication has shown that the differentiation between gliomas and optic nerve meningiomas cannot rest on histopathology in isolation. We would therefore suggest that the results published by Karp et al. (1974) may be incorrect and that some of their cases in the younger age group were in reality gliomas. 
